Twenty four of more than 800 patients admitted to our centre presented with a severe Guillain-Barni Syndrome. The length of hospitalisation, duration of ill ness, treatment, and the rehabilitation course of these patients are discussed.
Introduction
The Guillain-Barre Syndrome (GBS) is a polyradiculitis resulting from acute demyelination of the peripheral nervous system and/or the cranial nerves. The exact etiology is unknown with conflicting evidence supporting viral, bacterial, or autoimmune causes (Merrit, 1973; Zweiman, 1983) . The GBS usually follows a non-specific viral infection of the upper respiratory or alimentary systems. It can occur after immunizations (Kaplan et al., 1980) or in conjunction with oncologic disease; men and women being equally affected.
The clinical picture of paralysis progresses symmetrically beginning in the lower limbs and ascending to and sometimes including the cranial nerves. Distal sensory changes or ataxia (Fisher, 1956 ) may occur accompanied by muscular or articular pain (Rapper and Shahabi, 1984) . Additional findings include: pyrexia, tachycardia, hypertension, elevated hematocrit, and elevated spinal cord fluid protein. Nerve conduction studies show a marked slowing of conduction velocity in all peripheral nerves with the lower extremities more affected (Brown, 1984) . Complete recovery usually occurs in most of the cases, but in a small minority, the paralysis can be permanent (Adams and Victor, 1981) . We present From 1974 until 1986, more than 800 new spinal cord injured patients and more than 150 patients with non-traumatic spinal cord lesions were admitted to our centre. Only 24 of these patients, 15 men and 9 women, were diagnosed as having the GBS and were admitted following initial hospitalisation in various neurological or internal medicine departments. All in-patient and out-patient records of these patients were reviewed. Fourteen patients were of European origin, 9 patients were of Mediterranean origin and 1 patient was an Arab. The time interval from the onset of the febrile episode until the appearance of the paralysis ranged between 3 hours to 3 weeks. Table I shows the distribution of these prodromal illnesses. Fifty per cent of all the patients suffered from an upper respiratory infection prior to the onset of the GBS. Table II shows the January -March 13 54
April -June 5 28
July -September 5 28
October -December 0 0 distribution of the seasonal occurrence of the GBS with most of the cases occurring in the winter-spring period. paralysis with cranial nerves involved. Table IV shows the laboratory data per tinent to the diagnosis of the GBS. The possible presence of a compromised immunologic system in 8 patients prior to the onset of the GBS is noted by the presence of arthritis, previous GBS in 1 patient, allergies, etc. Pharmacological therapy included: 21 patients who received corticosteroid therapy, 2 patients vitamins, and one patient had plasmaphoresis (Richard 1985; Greenwood 1984) .
In all the patients there were no apparent benefits as measured by dramatic, sudden improvement in their physical condition. Table V shows the duration of hospitalisation in our rehabilitation centre. Most patients were discharged within 3 months with the remainder being hospitalised up to 1 year. The final neurological outcome is summarised in Table VI . 
Discussion
As is shown in our data, 50° () of the patients had a prodromal upper respiratory tract infection shortly before the onset of the GBS (Gortner 1984; Roman 1978) .
Since most of these viral infections occur during the winter and the spring, it is little wonder that the incidence of GBS was greatest during this time of the year. In our patient cohort there was no apparent relationship between the GBS and the presence of any other diseases previous to the onset of the GBS. In the 8 patients whose medical history revealed a previous infection (poliomyelitis, previous GBS, arthritis, etc.) we found nothing to indicate any special re lationship i.e. abnormal blood count, increased gamma globulin on plasma elec-tro-phoresis etc. between the GBS and the other disease entity. The number of our patients treated given any type of specific pharmacological treatment for the GBS (vitamins, plasmaphoresis) is much too small for any significant conclu sions to be drawn.
The clinical course of our patients was typical of the classical variety of the GBS with distal paresthesiae and ascending paralysis. In only 1 patient was the paralysis descending. In the 30" 0 of the patients with respiratory compromise these problems proved to be of life-threatening proportions, requiring trach eostomy in all cases. All of these 8 patients were transferred to us after having been weaned from the respirator in the intensive respiratory care facility. 
